5
supplemented with 10% FBS, L-glutamine, non-essential amino acids, 200µg/ml Zeocin and 124 5µg/ml blasticidine. For induction of lectin expression 1µg/ml tetracycline was added to the 125 culture medium and cells were incubated for 24 hrs.
127

Plasmids
128
The BASV-G sequence as predicted by sequence alignments with other rhabdoviruses 0.45µm syringe filter. To achieve higher titers, infectious supernatants were concentrated 10-fold 158 by centrifugation in Amicon centrifugal filters with an exclusion size of 100,000kDa (Millipore).
159
The pseudotypes were titrated on different cell lines by infection of a known cell number, were taken with a Leica CTR6500 camera using iVision software (BioVision Technologies). 
Glycosidase digest
208
The VSVΔG-GFP pseudotypes were produced and harvested as described above. (20)).
283
The predicted BASV-G nucleotide sequence was previously synthesized (Genscript) and compared to VSV-G (Fig. 3A , Table 1 ). In contrast, BASV-G titers were slightly increased over 337 VSV-G titers in human muscle RD cells and human intestinal Caco-2 cells (Fig. 3A , Table 1 ).
338
The biggest variance in titers for adherent cells, however, was found in human fibrosarcoma (Fig. 3B, Table 1 ). However, all tested human cell lines were susceptible to BASV-G-driven 344 infection, suggesting a broad tissue tropism including lymphocytes.
345
Since the natural reservoir and the initial route of BASV transmission to humans are give an indication to the susceptibility of different species to BASV-G-driven infection.
348
Interestingly, the highest titers for both VSV-G and BASV-G were observed in the mosquito cell However, all tested cell lines were readily susceptible to BASV-G-mediated infection (Fig. 3C, 353 Table 1 ). The biggest difference in titers was observed for the murine fibroblast cell line 3T3 determined as a measure of fusion activity (Fig. 4A) . The fusion activity of NiV F/G was not 376 influenced by the pH, but yielded consistently high measurements as expected from the highly 377 fusogenic NiV F protein (Fig. 4A) . The pH-sensitive fusion proteins VSV-G and CHIKV env (Fig. 4A ). This observation is consistent with a 385 similar study performed for VSV-G, which found that mutation of the aromatic fusion loop 386 residues led to a loss of fusion activity (7).
387
The induction of BASV-G-mediated fusion by acidic pH suggests endosomal uptake as supporting its addition to the group of reversible class III fusion proteins.
413
There is speculation about the possible animal reservoir and/or vector harboring BASV
414
(1), and cell lines from different species including mosquito cells were found to be susceptible to
415
BASV-G-driven infection (Fig. 3C) . The need for additional data to facilitate the identification reduced membrane fluidity at lower temperatures (Fig. 5) . Interestingly, at 22˚C fusion activity 422 was high for CHIKV env and already maximal for VSV-G, while BASV-G was only slightly 423 above background levels (Fig. 5) . CHIKV env fusion activity continued to increase at 28 and 424 37˚C, while VSV-G maintained high levels of fusion activity throughout this temperature range 425 (Fig. 5) . The activity of both fusion proteins was slightly reduced at 40˚C, indicating a 426 temperature optimum for VSV-G and CHIKV env-mediated fusion of about 37˚C (Fig. 5) . In 427 contrast, BASV-G fusion activity increased slowly and steadily between 22 and 37˚C and 428 continued to rise at 40˚C (Fig. 5) . Notably, the BASV-G fusion loop mutant N138A with reduced 429 overall fusion capacity displayed even stronger temperature dependence with a 4-fold increase of 430 fusion activity between 28 and 37˚C and another 3-fold increase between 37 and 40˚C (Fig. 5) . This finding is surprising given the high titers of BASV-G pseudotypes that were obtained in 432 mosquito cells grown at 28˚C (Fig. 3C) . suggested the presence of a mixture of high-mannose and complex carbohydrates (Fig. 2C) . respectively, compared to regular 293T cells (Fig. 6 ). The effect of SIGNR1 expression on 447 EBOV-GP pseudotype infection was less pronounced and led to a 3-fold increase. In contrast,
448
none of the lectins enhanced VSV-G driven infection to more than 1.5-fold (Fig. 6 ).
449
Interestingly, expression of DC-SIGN, DC-SIGNR or SIGNR1 enhanced BASV-G-mediated 450 infection 6-, 5-and 8-fold, respectively, compared to regular 293T cells (Fig. 6) . Finally, all hemorrhagic fever in humans.
563
The pseudotype system described in this study will be a practical tool to determine the 
